identity, the selection of neurotransmitter identity is arguably the most important trait. Serotonin signalling regulates numerous behaviours and abnormalities in serotonergic transmission are implicated in several highly prevalent neurological and psychiatric disorders. Using a mouse genetic approach, we demonstrate that the progenitor-expressed transcription factor, Ascl1 participates in a feedforward circuit with the zinc-finger gene, Insm1 in the regulation of the key rate-limiting enzyme of serotonin biosynthesis, Tph2. Moreover, we demonstrate biochemically and genetically that Ascl1 is a critical and direct regulator of Insm1.
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These data begin to shed light on the mechanism that links neuronal birth order to the acquisition of neuronal identity. 
